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Abstract

AIM: To explore the role of celecoxib in the proliferation
and cycle distribution of colon cancer cells cultured /n
vitro as well as its effect on the expression of vascular
endothelial growth factor (VEGF) in the animal model
of colon cancer with hepatic metastasis.

METHODS: The human colon cancer cells HT-29 and
HCT-116 were employed in the study. After treatment
with celecoxib, the inhibitory effect of celecoxib on the
proliferation of cancer cells was determined by MTT
assay, and the cell cycle distribution was detected by
flow cytometry. The tumor cells were inoculated in the
nude mice, and the expression of VEGF in the model
was detected by immunohistochemistry.

RESULTS: Celecoxib inhibited the proliferation of the
tumor cells in a time- and dose-dependent manner.
The inhibitory effect on HT-29 cells was stronger than
that on HCT-116 cells (P <0.01). Celecoxib changed
the cell cycle distribution of both cells, and decreased
the proliferation index of cells obviously (P <0.05).
Celecoxib significantly inhibited the expression of
VEGF in the animal model of colon cancer with hepatic
metastasis (P = 0.00).

CONCLUSION: Celecoxib can inhibit the division and
proliferation of the tumor cells through inhibiting the
activity of COX-2, consequently it play an important
role in the prevention of hepatic metastasis and relapse
of colon cancer.
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B ESESNE RS AIERHT-29RIHCT-N6EMSTEINESIER. A: HT-29; B: HCT—116.
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JEEE 1. MTT. DMSO. &3 Ai(Sigmas #l); COH%
56 (Thermo FormaA ). Jit N4l g { (FACS Beckman,
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PIZ 1.0 mL%30 min, JEGRIE300 H 38 M DL % 4%
5, 488 nmiHUR A E A, 620 nmAly il JE AP
PN, BFEAIAEZ T10 00045615 5. MultiCyclefk
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R EESTHNHT-2957EMIRE D HEIFA (%, mean +SD)

wE SERBRH) JeTE
(wmol/l)  Gy/G, s GJ/M

0 67.15+1.56 1854+2.12 13.68+2.35 31.50+2.42
50 72.53+5.44 1478+445 13.55+3.86 2856+5.14
100 77.45+4.25° 11.66+3.86° 13.56+7.86 25.86+4.42°
200 80.77£2.00° 10.86+3.89° 9.35:4.56° 19.86+2.42°

°P<0.05, °P<0.01 vs NIBLH.

R2 ZEESTHXHCT-16457EMIREEIDHEVEIE (%, mean £ SD)

RE SERBIBF) B
(umol/l)  Gy/G, S G,/M

0 65.52+3.86 18.42+4.88 15.65+7.99 34.55+357
50 68.86+552 16.75+3.57 1555+7.73 31.54+553
100 7342+8.42 1275+3.45 14.45+629 26.37+8.94

200 79.42£6.45° 6.24+1.45° 1437+7.65 20.44+6.46°

°P<0.05 vs NIBA.

R3 BEAEREVEGFEORABE TR

yaps| [iE ROIEBE
HT-2948 288399.71+5058.67™  111591.42 + 14 748.63%
EEESME  123376.92+39 786.92 59 817.79 + 12 305.14
HCT-11642 140 129.00 + 35 796.87 24 776.03 + 2 458.57

°P = 0.00<0.01 vs HCT-1162H; ¢ = 0.00<0.01 vs ZEEEMA.
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